Introduction
In 1936 André Lemierre described a disease entity with septicemia that occurs days after a sore throat, pyrexia and rigors along with pulmonary infarcts and arthritic manifestations [1] . Over the years many authors have included internal jugular vein thrombosis or septic thrombophlebitis as an integral part of this disease entity now known as Lemierre's syndrome [2] [3] [4] . We report a case that typifies Lemierre's syndrome but without clinical or radiographic evidence of internal jugular vein pathology.
Case Report
A previously healthy 23-year-old male presented with fever and shortness of breath. His illness initially started six days before presentation with a sore throat. Two days later he developed fevers with associated chills, rigors, and night sweats. He also complained of myalgias, non-productive cough, a right-sided chest pain, and shortness of breath on exertion, as well as nausea, vomiting, abdominal pain, and diarrhea. His symptoms continued to worsen until he became dyspneic at rest and was brought to our medical center.
On examination he was ill-looking, his temperature was 100.9 o F, blood pressure 99/54 mmHg, heart rate 101 beats per minute, and respiratory rate was 28 breaths per minute. He appeared anxious and his peripheral capillary oxygen saturation by pulse oximetry was 97% on room air. He was jaundiced, with an erythematous oropharynx, cervical lymphadenopathy, and right chest tenderness, with bilateral rales and right upper quadrant abdominal tenderness.
His initial labs were significant for a white blood cell count of 20,500/uL, with neutrophilic predominance and a platelet count of 58,000/uL. He was also had a sodium of 129 mEq/L, creatinine of 1.9 mg/dL, lactate of 6.4 mmol/L and elevated liver enzymes: AST of 91 U/L; ALT of 64 U/L and APLP of 177 U/L and a total bilirubin of 6.7 mg/dL with a direct bilirubin of 5.8 mg/dL. His arterial blood gas about three hours after initial presentation revealed hypoxemia of 77 mmHg (normal 80-100 mmHg) and his chest radiograph revealed bilateral pulmonary nodules likely representing septic emboli (Figure 1) . A computed tomography with contrast enhancement further characterized these lesions as cavitary ( Figure 2 ). Work up for infective endocarditis with transthoracic and transesophageal echocardiograms were negative. He subsequently decompensated, developing respiratory failure and septic shock and was incubated and started on vasopressors: Norepinephrine, Phenylephrine and Vasopressin with good effect. He also received broad-spectrum intravenous antibiotics including Vancomycin, Cefepime and Flagyl. Based on the chronology of his symptoms and clinical findings, Lemierre's disease was suspected but an ultrasound and computed tomography of his neck and soft tissue were negative for internal jugular vein pathology. His blood cultures later grew Fusobacterium necrophorum in both anerobic bottles for which he completed three weeks Ceftriaxone and Flagyl. His clinical course was complicated by empyema requiring thoracentesis and Video-Assisted Thoracoscopic Surgery (VATS) where lung decortication and evacuation of empyema and pleural fluid was performed. He clinically improved, was extubated, and weaned off all vasopressors. He was discharged in good health thirty-one days after admission.
Discussion
The incidence of Lemierre's disease in different populations is quoted to be between 0.55 cases per 100,000 to 14.4 cases per million per year [5, 6] . It occurs most frequently in young healthy adults and has an overall mortality of 9 to 11% [5, 6] . Although the definition of Lemierre's disease was set in the 1930s, a variety of interpretations continue to exist on whether internal jugular vein presenting as either thrombosis or thrombophlebitis should be required to make a diagnosis [1, 2, 4, 5, 7, 8] . F. necrophorum is generally not considered a normal flora in the oropharynx, therefore it is generally believed that F. necrophorum septicemia in the setting of angina illness or compatible clinical findings and septic emboli or metastatic lesions can be considered as Lemierre's disease [2, 8, 9] . There have been sparse reports of Lemierre's disease without internal jugular vein pathology on ultrasound, computed tomography or magnetic resonance imaging in literature [10] [11] [12] [13] [14] .
To our knowledge the reason for this variation remains unclear although literature has ascribed a change in presentation and incidence to the advent of antibiotics [15] . The prognosis of Lemierre's disease with or without evidence of thrombosis or thrombophlebitis is comparable [16] . As such, absence of internal jugular vein pathology as in our patient should not preclude making the diagnosis and initiating appropriate treatment for this condition, as therapeutic inertia may be fatal.
